SUMMARY Thirty patients with classical or definite rheumatoid disease (RD) with foot pain and radiologically demonstrated erosions were studied electrodiagnostically to ascertain the frequency of the tarsal tunnel syndrome and peripheral neuropathy. Four patients (13.3%) had evidence of the tarsal tunnel syndrome. The electrical abnormalities were mild and unassociated with specific clinical features. Two patients (6 6 %) had evidence of sensory peripheral neuropathy. There may be an appreciable frequency of clinically unsuspected tarsal tunnel syndrome in RD.
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The principal neuropathies of rheumatoid disease (RD) include nerve compression, a mild distal sensory impairment, and a severe fulminating sensorimotor disorder.' Unlike the sensorimotor disorder, which is easily recognised,2 the compression and distal sensory neuropathies may be manifest only by paraesthesiae, dysaesthesiae, and burning sensations, with few objective signs. 34 Median nerve entrapment in the carpal tunnel is common in RD and has been well documented clinically and electrodiagnostically.1 However, while entrapment at the tarsal tunnel has been implicated as contributing to foot pain in RD,6 the importance of this complication is unknown owing to the lack of systematic electrodiagnostic studies. Recently other investigators' using these techniques reported a 25 % frequency of tarsal tunnel syndrome in RD, but the failure to correct for temperature variations in their patients could have given a falsely high result. (Fig. 1) , the lower limit of normal for this laboratory being 40 m/s.
Sensory conduction was studied in the medial plantar nerve and in 2 segments of the sural nerve by surface-stimulating and recording techniques ( lateral malleolus and at the fifth metatarsal recorded the antidromic sensory action potential set up in the sural nerve by stimulation of the nerve at mid-calf level. The Sensory polyneuropathy was diagnosed if the temperature-corrected sensory conduction velocities were below the laboratory's lower limit of normal (see above) or if the sensory action potential of the proximal segment of the sural nerve was below 6 ,av.
Results

CLINICAL
Although all patients complained of pain in the feet, often of a burning character, only 3 gave a history of numbness or paraesthesiae. One of these patients had no clinical abnormality. The second had demonstrable sensory loss confined to an area over the base of the third toe on the left foot. The third had hyporesponsive ankle jerks.
ELECTRICAL
Four patients (3 males, 1 female) satisfied the criteria for the tarsal tunnel syndrome. Of these one showed slowing of the medial plantar nerve latency only, one slowing of the lateral plantar nerve latency only, and 2 slowing of both (Table 1 ). In addition all 4 had no demonstrable medial plantar sensory potential, which supports the diagnosis of tarsal tunnel syndrome (Table 2 ). There was no relationship to disease activity. The electrical abnormalities were not gross, with no motor latency delayed beyond 3 standard deviations from the mean. In none of the 30 patients were the amplitudes of either compound muscle action potential more than 2 standard deviations below the normal mean.20 In 3 of the 4 patients with tarsal tunnel syndrome the appropriate muscle action potentials were between 1 and 2 standard deviations below the normal mean, and were the lowest-amplitude potentials recorded in this study. In all 30 patients the motor conduction velocity of the posterior tibial nerve was within normal limits.
Two patients, both males, had evidence of peripheral sensory polyneuropathy. The abnormalities in these 2 patients were pathologically low sensory potentials" in the proximal segment of the sural nerve (4 ,uv in both cases), absent medial plantar sensory potentials, and absent or abnormal distal sural sensory potentials. In both patients proximal sural and posterior tibial conduction velocities were within normal range'2 15 ( Table 2 ). Only one of these 2 patients had any clinical abnormality, described above as hyporesponsive ankle jerks. Apart from those patients with the tarsal tunnel syndrome and sensory polyneuropathy there were 3 others in whom a medial plantar sensory potential was unobtainable. These patients had no other electrical or clinical abnormality. Their ages were 59, 60, and 60 years. In this age range normal controls may not have a demonstrable medial plantar sensory potential. '8 A normal distal sural sensory potential could be obtained in 23 (77%) patients. In them it was a further indication that there was no significant sensory polyneuropathy. Two of the remaining 7 patients had proximal sural abnormalities as described above: in one no distal sural potential could be recorded; in the other the potential was of low amplitude (0 5 ,.tv) and slow conduction velocity (34.4 m/s after temperature correction). The remaining 5 patients had no other evidence of disease. The distal sural sensory potential is often difficult to 
